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There are two recognised circumstances in which myotonia is seen in thyroid disease (Pearce and Aziz, 1969) . Firstly, clinical pseudomyotonia involving slow contraction and relaxation of the muscles is seen in severe hypothyroidism and is one of the features of the Hoffmann syndrome. Secondly, hypothyroidism may reveal true myotonia in patients who suffer from dystrophia myotonica (Brumlik and Maier, 1972) or myotonia congenita (Jarcho and Tyler, 1958) . Pseudomyotonia and myotonia are readily distinguishable by electromyography (Waldsterm et al., 1958) . Except in the setting of dystrophia myotonica or myotonia congenita, true myotonia has not been recognised as a feature of hypothyroidism. We now report a patient with subclinical hypothyroidism (Evered et al., 1973) Serum creatine kinase was 330 U/l (0-50 U/l), serum thyroxine 13 nmol/l (60-150 nmol/l), thyopac-3 136 (92-117), free thyroxine index less than 10 (50-160), thyroid stimulating hormone 25.4 mU/l. Thyroid cytoplasmic and gastric parietal cell antibodies were present. Thyroid tanned red cell antibody titre was greater than 1/10000 and thyroid microsomal antibody titre was 1/1600. Electromyography showed an increase in insertional and spontaneous activity in both the left deltoid and abductor pollicis brevis muscles. In the deltoid "bizarre high frequency discharges" (Simpson, 1969) , formerly called "pseudomyotonic potentials," were recorded. Furthermore, true myotonic discharges were seen clearly (Figure) . Muscle biopsy of the right deltoid was normal. 
FAMILY STUDIES
The patient had three children all of whom were clinically normal and had normal serum creatine kinase, thyroxine, and thyroid stimulating hormone levels. Serum thyroid antibodies were absent, and electromyography was normal.
PROGRESS
The patient was treated with L-thyroxine but after one month showed no improvement, and had quite profound stiffness and muscle pain. After a further four weeks there was a striking improvement. He no longer experienced muscle stiffness or cramps, and had lost 12 kg in weight. At the time his serum creatine kinase was 43 U/I, thyroxine 108 nmol/l, and thyroid stimulating hormone 5 mU/l. The electromyogram no longer contained myotonic potentials or "bizarre high frequency discharges."
Discussion
The syndrome of muscular hypertrophy associated with delayed muscle relaxation was first described in athyreotic cretins by Kocher (1892) , and later by Hoffmann (1897) in an adult who had undergone thyroidectomy. Hoffman differentiated the impaired relaxation of grip seen in his patient, now referred to as pseudomyotonia, from true myotonia by its failure to improve after several contractions. Subsequently percussion myoedema was described in Hoffman type patients (Wilson and Walton, 1959) and later authors recorded elevation of serum creatine kinase in such patients (Graig and Ross, 1963; Pearce et al., 1964) . Pearce and Aziz (1969) described fibre hypertrophy, focal necrosis, and deposition of mucopolysaccharide on muscle biopsy. Waldsterm et al. (1958) demonstrated "bizarre high frequency discharges" on electromyography in such patients, but subsequently Wilson and Walton (1959) reported the absence of both the characteristic after-discharge of myotonia and bizarre insertional discharges during contraction. The constellation of features described above, when encountered in athyreotic cretins, has been named the Debre-SemelaigneKocher syndrome (Debre and Semelaigne, 1935) . When encountered in hypothyroid adults it is usually referred to as the Hoffman syndrome, and it resolves with replacement therapy. We doubt whether this distinction now serves any useful purpose since the two syndromes are identical.
We emphasise that we are only considering myotonia in association with hypothyroidism. There are other neuromuscular syndromes occurring with hypothyroidism, and these have been reviewed elsewhere (Wilson and Walton, 1959; Astrom et al., 1961; Sahay et al., 1965; Norris and Panner, 1966; Pearce and Aziz, 1969; Golding, 1970; Takamori et al., 1972) . The main purpose of the present report is to discuss the occurrence of true myotonia together with pseudomyotonia in a patient with Hoffmann's syndrome. To date, the finding of true myotonia in the presence of hypothyroidism has been restricted to patients with dystrophia myotonica or myotonia congenita. In these patients, unlike 
